Diabetes mellitus has many forms. Neonatal diabetes mellitus is one of the rarest, with a reported incidence of 1 in 450,000 live births.1 2 The first case was described by Kitselle (1 852) in his own newborn son, who subsequently died. 3 In Northern Ireland, one case might be expected approximately every 16 years; the last documented here was born in 1983. 4 Several literature reviews have highlighted the characteristic clinical picture of this disease. Neonatal diabetes mellitus is defined as persistent hyperglycaemia within the first six weeks of life, requiring insulin for two or more weeks, in infants of 37 or more weeks gestation.2'5 Alternative names are temporary idiopathic neonatal hyperglycaemia, neonatal pseudodiabetes mellitus, transient diabetes of early infancy and congenital temporary diabetes mellitus. 5, 6 Neonatal diabetes differs from insulin-dependent (type I) diabetes in that it has a highly variable course. Some patients have permanent diabetes, while others have transient or lasting remissions. We report the latest case from Belfast. CASE REPORT A male infant was admitted to the Royal Belfast Hospital for Sick Children in April 1998, aged six weeks. He was the first child of unrelated parents. His mother suffered from systemic lupus erythematosus and was treated with prednisolone 10 mg daily throughout the pregnancy. She had an uneventful antenatal course, but had proteinuria and mild hypertension at term. She had a normal delivery at 37 weeks of a male infant weighing 2.27 kg (2nd centile). He was well at birth and on account of the maternal history of systemic lupus erythematosus and increased risk of congenital heart block, he had an electrocardiograph before discharge, which was normal. He fed eagerly and always appeared hungry. His parents contacted the health visitor as he was drinking excessive quantities of formula milk (3 oz every two hours, equivalent to 265 mls/kg/ day). He had no vomiting or diarrhoea, but was not gaining weight. Two days prior to admission, he became very irritable and had some loose motions. His colour became grey and mottled. On admission he was profoundly dehydrated with a depressed fontanelle; his eyes were alert but he was very agitated. He was extremely restless and appeared emaciated, with tachycardia (200/min), tachypnoea (65/min) and fever of 38°C. He showed an unusually high level of consciousness for such a severely dehydrated infant. A ketotic smell was evident. He passed large volumes of dilute urine; urinalysis showed glucose ++++, protein ++, blood + and strongly positive ketones. Blood gas analysis showed marked metabolic acidosis (pH 7.162, P02 15.0 kPa, pCO2 1 insulin production from pancreatic dysmaturity,'1 insulin resistance8' 9 and insulinopenia from a poor response of the pancreatic beta cell to hyperglycaemia. 5 The onset of islet cell damage or destruction is thought to start in utero, as poor insulin secretion by the pancreas has been quantified by low levels of C-peptide in the neonatal period.4 '12 The fact that most babies are low birth weight may be related to the lack of the anabolic effect of insulin, as insulin is one of the main growth factors in-utero. 1 
